Vertebral artery hypoplasia (VAH) can be easily overlooked if the contralateral side vertebral artery is intact, because of compensation by the contralateral artery or cerebral collateral network. The clinical relevance and hemodynamic impact of VAH is still controversial. However, VAH has recently been considered a risk factor for posterior circulation ischemia. Ischemic stroke is seldom caused by free floating thrombi (FFT) in the artery. Pathophysiology of FFT has not yet been clarified. The state of reduced blood flow such as a vertebral artery origin stenosis may cause FFT. Their instability may make them sources of recurrent artery to artery embolism. Patients with FFT will require appropriate medical and endovascular treatment.
INTRODUCTION

Congenital anatomical variations in both vertebral
arteries are relatively frequent; left vertebral artery dominance presents in 50% of the population, whereas similar sized vertebral arteries present with only 25% prevalence. Due to this high prevalence, vertebral artery hypoplasia (VAH) has not been considered an independent risk factor for ischemic stroke. 8) In the early 1990s, a magnetic resonance angiography (MRA) study found that symptomatic or asymptomatic pontine infarctions were twice as frequent in patients with VAH as in symmetric vertebral arteries. 19) Emerging evidence suggests that VAH may contribute to posterior circulation ischemic events, particularly when there are other coexisting risk factors. We report on a rare case of a short-term angiographic change that resulted in spontaneous thrombolysis of multiple thrombi at a distal region after stent-assisted angioplasty in a patient with acute ischemic stroke due to multiple thrombi complicated by a vertebral artery origin stenosis.
CASE REPORT
A previously healthy 60-year-old male presented with dizziness, mild headache, and a sudden bilateral visual field defect for the past three days. The patient had no specific medical history. The patient had left homonymous hemianopsia without abnormality in ocular movement and no motor weakness in both extremities. If the mechanism of thrombosis is reduction of blood flow due to proximal stenosis of an artery, therapy for increasing blood velocity and volume such as angioplasty of the proximal stenosis can be a more important treatment. Posterior circulation infarcts account for approximately 25% of ischemic strokes.
2)
The most common mechanism is artery to artery embolism from vulnerable atheromatous plaques at the vertebral artery origin. 
CONCLUSION
In patients with posterior circulation ischemic stroke who have VAH on initial contrast enhanced MRA, we can consider that VAH contributes to ischemic stroke.
We describe an angiographic change of hypoplastic VA, including FFT with a vertebral artery origin stenosis after stent assisted angioplasty.
